It has been proposed that patients with schizophrenia and some of their relatives suffer from reduced neurocognitive efficiency, increasing their sensitivity to experimental task demands. The present study evaluated such a possibility during performance of a working memory task by schizophrenia patients and their co-twins along with a healthy control sample. Electrophysiological data were obtained from sets of nine twin pairs (monozygotic and dizygotic pairs collapsed) discordant for a diagnosis of schizophrenia and from nine matched healthy control twin pairs, during administration of a variable-load spatial working memory task. Event-related potentials (ERPs) were measured immediately after memory set onset and during a delay period. For correctly performed trials, slow-wave ERP activity measured during the late stimulus encoding and delay periods exhibited a significant Diagnostic Group-by-Memory Load interaction, with schizophrenia patients showing a differentially strong load effect. Patients' co-twins displayed an intermediate level of load sensitivity while healthy controls showed no significant load effect. These results support an inefficiency model of neurocognitive dysfunction in schizophrenia, a pattern that appears to be related to the pathogenesis and inheritance of the disorder. Furthermore, this inefficiency appeared during the late stimulus encoding stage of working memory functioning, possibly reflecting disruptions in stimulus representation consolidation.
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Introduction
Impaired spatial working memory (WM) has been observed consistently among schizophrenia patients (Park and Holzman, 1992; reviewed, Piskulic et al., 2007) , and to a lesser extent, among individuals diagnosed with other schizophrenia spectrum disorders (Park et al., 1995; Saperstein et al., 2006) and among nonschizophrenic relatives of patients (Glahn et al., 2003) , suggesting that it may serve as an endophenotypic indicator of genetic liability to the disorder (Gottesman and Gould, 2003) .
Functional neuroimaging of the affected WM system has generated findings that are generally consistent with the hypothesis that the neurocognitive mechanisms supporting successful WM performance operate with less efficiency in schizophrenia patients (Callicott et al., 2003; Manoach, 2003; Tan et al., 2005; Van Snellenberg et al., 2006; Schlösser et al., 2008) and their first-degree relatives (Thermenos et al., 2004; Karlsgodt et al., 2007) . For instance, studying a particularly large sample of schizophrenia patients, Potkin et al. (2009) demonstrated that regions of prefrontal cortex are hyperresponsive to increases in WM load, including under circumstances in which patient and control groups are matched on task performance. Here neural inefficiency is operationalized as a relatively increased, task-dependent brain response engaged in the service of achieving a constant behavioral criterion.
Published reports are not unanimous in support of this inefficiency hypothesis, though. At least two studies (Tan et al., 2005; Schlösser et al., 2008) demonstrate that physiological evidence of inefficiency may be restricted to only a subset of cortical regions associated with WM performance. Furthermore, a number of earlier reports describe results that may be better summarized by a simple hypoactivation model of abnormal neural activity in patients (reviewed, Barch, 2005) . A final source of ambiguity involves the nature of the relationship 
